and dementia.
1 Almost all cases seem to be sporadic;
accumulations in several regions of the brain stem in therefore, the elucidation of risk factors is important to PSP cases. We evaluated the degree of accumulation as clarify the pathological mechanism. Apolipoprotein E4 (ApoE4) is now well established as a risk factor of Alz-0, 1, 2, or 3. The value 1 means that the number of were no differences betwen ⑀4+ and ⑀4− patients in significant increase in ⑀4 allele frequency in the present NFT accumulations in substantia nigra, subthalamic series of PSP cases compared with that in the Japanese nucleus, inferior olivary nucleus, and dentate nucleus controls, there was a significant increase in the ⑀2 allele (Table 3) . These three findings indicate that ⑀4 allele is frequency in PSP compared to controls.
not a risk factor for PSP and may suggest that ApoE4 Twenty-eight cases of PSP were analyzed. The diagis not involved in NFT formation. ApoE4 has already nosis of PSP was made neuropathologically based on the characteristic distribution of NFTs in the brain stem and basal ganglia. By immunohistochemistry, all individual was ⑀3/⑀4. There was no ⑀2/⑀4, ⑀2/⑀2, or been established as a risk factor of AD. 6,7 PSP and AD The genotyping in the 208 age-matched Japanese controls was performed in our previous study by this isoshare the same neuropathological characteristics, cytoskeletal derangement which leads to tau dissociation electric focusing method. 5 Differences in the frequency of ApoE genotype between the groups were evaluated from microtubules and the formation of NFT. 8, 9 Our results suggest that ⑀4 may not affect their cytoskeletal by the 2 test. The individual alleles were tested separately. derangement. The accumulation of senile plaques is unique in AD. It is more probable to attribute ⑀4 effect to modulation of this plaque accumulation. In fact, the References aggregation of ␤ protein, the main component of senile tective effect of ⑀2. 13 Recently a remarkable elevation
